However, the patient's response to ampicillin alone was only moderate and, as on previous occasions, it was only when corticosteroids were raised to a level of 40 mg prednisolone daily, that a satisfactory response was obtained, ESR, and blood urea both falling, and radiographic resolution occurring in the pulmonary lesions. Has a renal biopsy been carried out to determine the nature of any vascular changes that might be present there? I did not think that the patient was ill enough for Wegener's granulomatosis. Dr H M Drummond: Renal biopsy was not thought advisable.
Dr H R Vickers: I find the whole of this group of diseases very difficult to classify. Here we have a woman who started with joint pains, had melena and purpuric papules, a history suggestive of HenochSchbnlein or allergic purpura. The lesions she has had on the legs fit in with nodular vasculitis and polyarteritis nodosa must be considered. I agree with Dr Willdnson that she is not as ill as patients I have seen with Wegener's granulomatosis nor was the ulceration in her mouth as severe as one expects in this disease. With our present state of knowledge, all these conditions seem to blend into each other in the realm of 'atypical' cases. I wondered whether the drugs she was given for her initial rheumatic pains may have played any part in the subsequent course ofthe disease. Dr A W McKenzie: I think this patient probably has polyarteritis nodosa, and that her renal signs are consistent with this condition. However, like Dr Vickers, I wondered whether drugs might not contribute to the clinical picture, particularly in the later stages. The clinical history did not seem sufficiently severe for a diagnosis of pulmonary abscess or Wegener's granulomatosis.
Recently I have seen several patients with autoimmune disease whose joint symptoms have been treated with indomethacin. These patients have developed multiple skin infarcts suggestive of a necrotizing arteriolitis, and in two instances gangrene of a digit occurred. Another patient, with lupus erythematosus of the chilblain type, developed ischamia and swelling of a finger while on indomethacin; the signs cleared rapidly with withdrawal ofthe drug. In addition, I believe that rheumatologists have seen liquefaction and breakdown of rheumatic nodules in patients who take this drug.
The patient under discussion was treated with indomethacin for six months, and this drug may have contributed to the vascular lesions of her disease.
Dr H M Drummond: She has never had phenylbutazone. Indomethacin was given after the disease had started. (Fig 1) and similar but less striking areas on the toes. The rims of both ears were mauve and scaly Section ofDermatology and showed striking follicular plugging. Scattered papular lesions on the wrists and forearms showed central necrosis and were purpuric. Small lymph nodes were palpable in the left axilla and both epitrochlear glands were enlarged. The liver edge was palpable 2-3 fingerbreadths below the right costal margin and the tip of the spleen was palpable.
Since admission the papular lesions on the limbs have disappeared and all the other affected areas of skin have become less prominent. He has developed livedo reticularis mainly involving the legs. Investigations: Blood picture (at various times): Hb 10-2-12-0 g/100 ml. Total WBC 1,700-3,400 (neutros. 3-4 %, eosinos. 0-1 %, basos. 0, lymphos. 40-64%, monos. 19-46 %). Platelets 127,000-167,000/c.mm. ESR 58-61 mm in 1 hour (Wintrobe). Sternal marrow (on two occasions): no primary h&ematological cause for neutropenia; macronormoblastic red cell maturation with some megaloblasts and decrease in iron stores suggestive of malabsorption; some cells intermediate in morphology between reticulum cells and monocytes 'may possibly indicate the presence of a reticulosis'. LE cells, antinuclear factor test and direct Coombs test all negative. Serum vitamin B1, 120 p,u,g/ml. Serum protein electrophoresis: total 7-6 g/100 ml, with slight increase in gamma globulin. No cryoglobulins detected. Serum calcium 7-9-9-4, phosphate 2-7-3-0 mg/100 ml. D-xylose tolerance test 0-84 g in five hours (5 g test). Biopsies: Skin: hypxrkeratosis, follicular plugging and some acanthosis; a dermal infiltrate mainly related to the blood vessels is composed of mononuclear cells with many plasma cells; some of the smaller arteries show a low-grade arteritis with mild fibrinoid necrosis. Liver: some increase (Fig 2) . No destruction, dilatation or bizarre forms as are frequently seen in chilblain lupus erythematosus.
Comment
The disturbing features in this patient were a profound neutropenia (3 % of 1,700), and an absolute monocytosis (45% of 1,700) as well as hepatosplenomegaly. For these reasons he has been extensively investigated and our findings may be grouped as follows: (1) He has an intestinal absorptive defect. This was first suggested by the findings of macronormoblasts and megaloblasts in the marrow as well as by the findings of a low serum vitamin B12, a low xylose tolerance test, a malabsorption pattern on the barium meal and an abnormal jejunal biopsy. The low serum calcium levels might also be explained on this basis. (2) We have found no cause for his neutropenia. This has been variable, but always recognizableas has the monocytosis. We at first expected to find an underlying leukeemia, but the marrow studies did not confirm this. Apart from the picture suggestive of malabsorption in the marrow, there were some unexpected cells present, perhaps belonging to the monocyte series; these could possibly be indicative of an underlying lymphoma. (3) We have no confirmatory evidence for his lupus erythematosus. The antinuclear factor tests were negative and no LE cells have been found. The serum gamma globulin is but minimally raised. The nail-fold capillary microphotographs were normal and this, although not conclusive, rather militates against any small vessel pathology as is frequently seen in chilblain lupus. The skin biopsy is suggestive of lupus erythematosus, but the rather heavy infiltrate is unusual.
The most likely underlying cause of this man's complaint is a lymphoma and it seems more than possible that this may be intestinal in origincertainly intestinal lymphomata may present with a picture of malabsorption (Scudamore 1961 , Gough et al. 1962 ). Lupus erythematosus is recorded as a complication of lymphoma although this has been mainly articular in type and accompanied by the presence of LE cells and antinuclear factor. Cammarata et al. (1963) described 4 cases where this combination was found and Sjogren's syndrome has also been described in association with lymphomata (Bloch et al. 1965) .
As far as we know the clinical picture of chilblain lupus erythematosus has not been previously described in association with lymphoma.
Dr Harvey Baker: Two years ago I showed here a case of chronic monocytic leukimia associated with necrotic lesions of the hands and ears occurring only in winter. This cold hypersensitivity had led to partial loss of both pinnu (Brit. J. Derm., 1964, 76, 480) . In the same year Borrie presented to this Section a man whose monocytic leukemia presented with acrocyanosis similar to that of this patient (Brit. J. Derm., 1964, 76, 488) .
In my patient, six years elapsed from the onset of symptoms before primitive cells appeared in the peripheral blood, although monocytosis was present from the outset.
The patient shown today has monocytosis and abnormal 'monocytes' in the glands. I suspect that he will eventually develop the haematological picture of unequivocal monocytic leukiemia. 
